To examine the associations between intakes of calcium, vitamin D, and dairy foods and the risk of colon cancer, the authors analyzed data from a prospective study of 47,935 US male health professionals, 40-75 years of age and free of cancer in 1986. Within this cohort, 203 new cases of colon cancer were documented between 1986 and 1992. After adjusting for age and total energy intake, the authors found that the intake of calcium from foods and supplements was inversely associated with colon cancer risk (relative risk (RR) = 0.58, 95% confidence interval (CO 0.39-0.87 between high and low intakes of calcium). However, after adjusting for confounding variables, they found that the trend was no longer statistically significant (p = 0.22), and the relative risk for the highest quintile group of intake was attenuated: 0.75 (95% Cl 0.48-1.15). Similar results were observed for total vitamin D intake; the age-and energy-adjusted relative risk was 0.54 (95% Cl 0.34-0.85) for the highest versus lowest quintile group, and this was attenuated in the multivariate model (RR = 0.66, 95% Cl 0.42-1.05). The inverse association was weaker for dietary vitamin D (RR for highest vs. lowest quintile = 0.88, 95% Cl 0.54-1.42) and strongest for vitamin D arising from vitamin supplements (RR = 0.48, 95% Cl 0.22-1.02). Thus, it is possible that other components of multivitamin use rather than vitamin D accounted for the reduction in risk. Consumption of milk and fermented dairy products was not significantly associated with the risk of colon cancer; individuals consuming two or more glasses of "whole" or skim milk per day had a relative risk of 1.09 (95% Cl 0.69-1.72), compared with those who consumed "whole" or skim milk less than once a month. These prospective data do not support the hypothesis that calcium intake is strongly protective against colon cancer risk, although a modest association cannot be excluded. Am J Epidemiol 1996;143:907-17. calcium; colonic neoplasms; dairy products; men; vitamin D Colon cancer is the third highest cause of cancer mortality among men in the United States (1). International and migration studies have documented the importance of environmental factors (2, 3), with dietary factors being strongly associated with colon cancer risk (4, 5). An increased risk of colon cancer has been attributed to diets high in fat and red meat and low in dietary fiber (6) and fruits and vegetables (7). Furthermore, calcium in the diet is hypothesized to
reduce the risk of colon cancer among individuals consuming a high-fat diet (8) .
Evidence to support a protective effect of calcium comes from both experimental studies (8) (9) (10) and ecologic (11) (12) (13) data. The biologic mechanism for this protective effect is thought to involve the formation of insoluble calcium soaps in the colonic lumen from ionized fatty and secondary bile acids (14, 15) . In animal studies, secondary bile acids and free fatty acids can be toxic to the colonic epithelium, and this harmful effect may be reduced by dietary calcium (9, 16, 17) . Inherent to the hypothesized protective mechanism is the assumption that a reduction in colonic epithelial damage or in the rates of proliferation is related to a reduction in risk of colorectal cancer. A more direct effect of calcium-induced terminal differentiation has also been proposed (18) . While experimental evidence for the calcium hypothesis appears reasonably consistent (9, 19, 20) , case-control and cohort studies examining the association between intakes of calcium and the risk of colorectal cancer have yielded divergent results. In some studies, a protective effect of calcium or milk consumption (21) (22) (23) was observed, while in others, a weak and nonsignificant association (24, 25) or no relation at all (26) (27) (28) was seen.
Experimental (29) (30) (31) and epidemiologic (32, 33) evidence also exists to support a distinct protective role for vitamin D, possibly involving the regulation of cell proliferation (30) . Vitamin D is closely linked to calcium metabolism (34) and has been shown to reduce tumorigenesis in rats (35) . Dairy products are major contributors of both calcium and vitamin D in the American diet. Inconsistent inverse associations between milk consumption or the intakes of other dairy products and the risk of colorectal cancer have been observed in case-control studies (22, 24, 27, (36) (37) (38) (39) .
The inconsistent findings from epidemiologic studies of calcium and vitamin D intake in relation to the risk of colon cancer might be attributable to a lack of control for potential confounders, particularly saturated fat intake, which is closely related to the intake of these nutrients (24, 36) . Also, many studies did not take account of calcium and vitamin D arising from vitamin supplements (40) . Previously, we examined intakes of calcium, vitamin D, and dairy foods in relation to the occurrence of colorectal adenomatous polyps, which are precursors of colorectal cancer, and found no association (41) . Associations with adenomatous polyps presumably reflect early effects in the polyp-cancer sequence. To study influences on the later carcinogenic stages, we used data from a large prospective cohort of US men to examine the intakes of calcium, vitamin D, and dairy products in relation to the incidence of colon cancer, taking into account some of the limitations that may have contributed to the inconsistency of previous studies.
MATERIALS AND METHODS

Study population
The Health Professionals Follow-up Study comprised 51,529 US male dentists, optometrists, osteopaths, podiatrists, pharmacists, and veterinarians who were 40-75 years of age at the onset of the study in 1986. Participants responded to a baseline mailed questionnaire on potential risk factors for cancer and coronary heart disease, which also included a validated semiquantitative food frequency questionnaire (42) . Cohort members provided information on age, weight, height, physical activity, and tobacco use and their family history of colon or rectal cancer. Professionally diagnosed medical conditions, information on screening and medications, and weight were updated every 2 years. The methodology used in this cohort has been more comprehensively described in previous publications (43, 44) .
Diet assessment
In 1986, the questionnaire used in the Healtfi Professionals Follow-up Study included 131 food items that collectively accounted for over 90 percent of the intake of most nutrients (42) . Participants reported how often, on average, over the previous year they had eaten the specified portion (commonly used unit or portion size) of each food, choosing from nine possible responses. We also sought information about the brand, frequency, and duration of multivitamin and individual vitamin supplement use. We computed nutrient intakes by multiplying the frequency of intake of each unit of food by the nutrient composition of the specified portion size using composition values from US Department of Agriculture sources (45) supplemented with other sources (42) . Nutrients were computed with and without vitamin and mineral supplements. We used data on reported brands of multivitamins to compute nutrient values with supplements. Forty-two percent of men reported current multivitamin use, and 25 percent used multivitamins daily. Eighty-five percent of users provided information on their usual brand; for those not providing this, we assumed the nutrient value based on the most typical brands used. Seventeen percent reported using calcium supplements, and 4 percent used vitamin D. Analyses were conducted with energy-adjusted nutrient intakes based on residuals from the regression of nutrient intake on total caloric intake (46) .
We assessed the reliability and validity of the dietary questionnaire in a subsample of 127 men from the Boston area in 1986 (42) who completed two 1-week weighed dietary records. The Pearson correlation coefficient for energy-adjusted calcium intake with and without supplements between the dietary records and the questionnaire was 0.53 for both instances. After adjustment for week-to-week variability in calcium intake, we found that the correlation was 0.60 for calcium without supplements and 0.61 with supplements (42) . The validity for vitamin D could not be directly assessed as this information was not available from the dietary record database.
Identification of cases of colon cancer
After up to six mailings (43) , the response rate to the 6-year follow-up was 94 percent. On each biennial follow-up questionnaire, we asked whether cancer of the colon or rectum had been diagnosed during the previous 2 years. When a case of cancer of the colon or rectum was identified from the questionnaire, we asked the participant (or next of kin if the participant had died) for permission to obtain hospital records and pathology reports. We also used the National Death Index to determine fatalities; we estimated that over 98 percent of fatalities were ascertained (47) . Cancers other than adenocarcinoma were excluded. In this analysis, we included the 203 reported cases of invasive adenocarcinomas of the colon that were confirmed by pathology report (90 percent) or by corroborating information on diagnosis or treatment from the participant (10 percent). Cancers of the cecum and ascending and transverse colon were considered proximal, and those of the descending and sigmoid colon were considered distal. Rectal cancers (n = 46) were not included in the main analysis, as this disease and colon cancer may have different epidemiologic features. Of all reported cases of cancers of the colon or rectum, 14 were not confirmed by medical record review. Because of the medical sophistication of the participants, the high response rates, and the essentially complete fatality follow-up, we estimate that we ascertained the vast majority of cases.
Data analysis
We excluded men with implausibly high or low total caloric intakes (800-4,200 kcal/day) and those who left whole sections of the baseline dietary questionnaire blank, leaving 49,999 men. After further excluding men with previous cancer (except nonmelanoma skin cancer), ulcerative colitis, or a familial polyposis syndrome, 47,935 men formed the analytical cohort.
Men were categorized according to quintiles of intake of calcium, vitamin D, and other nutrients and classified according to their response to specific dairy food items. For each participant, person-months of follow-up were counted from the date of return of the 1986 questionnaire to the date of colon cancer diagnosis or death from other causes or to January 31, 1992, whichever came first. Person-months of followup were allocated according to exposure status in 1986. We calculated relative risks by dividing the incidence rate of colon cancer among the men in each quintile of calcium, vitamin D, or other nutrient intake by the rate for the men in the lowest category. The Mantel extension test was used to evaluate linear trends. We used multiple logistic regression models to control simultaneously for several potentially confounding variables (46) . For all relative risks, we calculated 95 percent confidence intervals.
In the multivariate models, we included age, history of colon cancer in either parent, history of previous polyps, prior screening (endoscopies prior to the study period), cigarette smoking in the past (48) , aspirin use (49) , alcohol consumption (50), body mass index, and physical activity (51) . These nondietary factors are all predictors of colon cancer. Regarding dietary factors, we included red meat (52) , which is a risk factor for colon cancer in this cohort, and saturated fat and fiber, which although not strong predictors of colon cancer in this cohort are believed by many to be etiologically important. We also considered the impact of vitamin E, for which there is some but inconsistent evidence of an association with colon cancer; vitamin E was related to colon cancer in this cohort in an age-adjusted analysis and is correlated to vitamin D intake. To examine if the association between calcium and colon cancer was modified by intakes of saturated fat and phosphorus, we assessed the association with calcium (in tertiles) within tertiles (low, medium, and high) of saturated fat and phosphorus individually.
RESULTS
During the 6-year follow-up, we documented 203 cases of colon cancer. Table 1 describes the ageadjusted characteristics of the cohort and the prevalence of possible risk factors for colon cancer, according to intakes of calcium and vitamin D. Men with the highest calcium and vitamin D had higher intakes of dietary fiber, phosphorus, and vitamin E, had lower intakes of alcohol, smoked less, were more physically active and more likely to use aspirin, and were screened more often for colorectal cancer than were persons with the lowest intakes. The mean daily intake of calories and saturated fat was similar in all quintile groups, as was the mean body mass index.
Calcium intake
The intake of total calcium from diet and supplements combined, adjusted to 2,000 kcal/day, ranged from a median of 549 mg/day in the bottom quintile to 1,468 mg/day in the highest. Median intakes for dietary calcium alone ranged from 531 mg/day in the lowest quintile to 1,254 mg/day in the highest, indicating that only a small amount of the total calcium intake was from supplements. From the validation substudy, the mean intake of calcium based on dietary records was 815 mg and 839 mg based on the dietary questionnaire, indicating that the questionnaire provides a comprehensive assessment of intake. Dairy products represented by far the major source of calcium, with skim and whole milk accounting for 31 percent of the total; cheeses, 14 percent; and yogurt, 3 percent. Supplementary calcium provided 11 percent of the total; no other single food item accounted for more than 2 percent. 9.4 9.4 9.5 * Standardized for age at baseline, t Adjusted to total energy Intake by regression analysis. X History of endoscopy prior to the study period. § Total MET = sum of the average time per week spent In each activity x MET value of each activity. MET value = weight per hour doing actJvity)/(caloric need/kg of body weight per hour at rest).
(caloric need/kg of body Age-and energy-adjusted total calcium intake was inversely associated with colon cancer risk (table 2). The relative risk for men in the highest as compared with the lowest quintile was 0.58 (95 percent confidence interval (CI) 0.39-0.87, p for trend = 0.01). The inverse association was substantially attenuated and not significant in the fully adjusted model, and the relative risk was attenuated to 0.75 (95 percent CI 0.48-1.15, p = 0.22). The risk was lowest in the second quintile and tended to increase with greater intake of calcium. The main variables responsible for the sharp difference between the age-adjusted and full multivariate model were red meat, alcohol, and aspirin. In a model that included only the nonnutrient variables, the inverse association was attenuated and not significant with a relative risk for the highest versus lowest quintile of intake of 0.67 (95 percent CI 0.44-1.02, p = 0.20).
This lack of an inverse association also persisted within strata of saturated fat and phosphorus. Within the highest tertile of saturated fat intake (median, 30 g/day), the relative risk for calcium among men in the highest compared with the lowest tertile of calcium intake was 1.10 (95 percent CI 0.36-3.37). The comparable relative risk for men with the lowest intakes of saturated fat was 0.82 (95 percent CI 0.26-2.60). In addition, we found no difference in association with calcium at different levels of phosphorus or dietary fiber.
Dietary calcium, like total calcium, was also inversely associated with colon cancer risk in a model controlling only for age and total energy. Similarly, in the fully adjusted model, this association was considerably attenuated (table 2) . When we further examined calcium arising from dairy and nondairy sources, a stronger inverse association was seen for calcium arising from dairy foods (relative risk (RR) for highest vs. ciation with dairy sources of calcium was attenuated (RR = 0.68) after multivariate adjustment, following the pattern for total calcium intake (see table 2 ). In subsite analyses, no apparent differences were found in the relation between intakes of calcium from the high and low quintiles and cancer of the proximal colon (multivariate RR = 0.70, 95 percent CI 0.33-1.46) and of the distal colon (multivariate RR = 0.77, 95 percent CI 0.40-1.49). While the small number of rectal cancer cases makes it difficult to draw any firm conclusions, results were suggestive of a positive association between high intakes of calcium and rectal cancer (multivariate RR = 2.05, 95 percent CI 0.78-5.38).
Vitamin D intake
Total energy-adjusted vitamin D intakes ranged from a median of 112 IU/day in the lowest quintile to 810 IU/day in the highest quintile; vitamin D intake from food sources alone ranged from 91 IU/day in the lowest quintile to 453 IU/day in the highest. Vitamin D is present in only very few foods, primarily dairy; thus, our questionnaire likely accounted for the vast majority of vitamin D intake. Of the major individual contributors, multivitamins account for 33 percent of the total vitamin D; milk, 23 percent; dark fish, 14 percent; cold breakfast cereals, 5 percent; vitamin D supplements, 4 percent; and margarine, 4 percent.
For the highest intake of total vitamin D relative to the lowest intake, the age-and energy-adjusted relative risk of colon cancer was 0.54 (95 percent CI 0.34-0.85, p = 0.0006) (table 3), but this was attenuated after multivariate adjustment (RR = 0.66, 95 percent CI 0.42-1.05, p = 0.02). When we added vitamin E to the full model, the point estimates did not change appreciably (RR = 0.69, 95 percent CI 0.44-1.18, p = 0.11). However, because of the high correlation between intakes of vitamins D and E, confidence intervals were wider, and the trend was no longer significant. While a high intake of dietary vitamin D was initially suggestive of a weak inverse association (age-and energy-adjusted RR = 0.74, 95 percent CI 0.46-1.19), in the multivariate model the association was weakened further with a relative risk of 0.88 (95 percent CI 0.54-1.42). Red meat and alcohol largely accounted for the difference between the age-adjusted and full multivariate model.
High vitamin D intakes arising from both dairy and nondairy sources (the latter largely driven by supplemental intake) were inversely associated with colon cancer risk (table 3) . In both instances, further adjustment in multivariate analysis resulted in marked attenuation, though the remaining weak inverse association was somewhat stronger for vitamin D arising from nondairy sources (RR = 0.66, 95 percent CI 0. In subsite analysis, vitamin D was not significantly protective in either the distal or proximal colon, although nonsignificant inverse associations were apparent (distal colon: multivariate RR = 0.63, 95 percent CI 0.33-1.21; proximal colon: RR = 0.65, 95 percent CI 0.27-1.58). In contrast, a positive but nonsignificant association was suggested for rectal cancer (multivariate RR for highest vs. lowest quintile = 2.86, 95 percent a 0.91-9.00).
Dairy products
We also examined the associations between specific dairy products and the risk of colon cancer. Intake of "whole" and skim milk combined was not associated with reduced colon cancer risk (table 4). Milk consumption was mostly from skim or low fat milk; skim or low fat milk alone was also unrelated to colon cancer risk. Participants reported infrequent consumption of fermented dairy products, so we grouped these foods together. Intakes of fermented dairy products (yogurt, sour cream, cottage cheese, cream cheese, and hard cheese) and of hard cheese alone (e.g., cheddar and Swiss) were not related to the risk of colon cancer (table 4) . We also examined lactose, which is exclusively from dairy products. The age-adjusted association had a very similar pattern as did calcium, with the highest risk in the lowest quintile, and approximately a 40 percent reduction in risk in all subsequent quintiles (test for trend, p = 0.04). In the full multivariate model, the relative risk between high and low quintiles was 0.84 (95 percent CI 0.54-1.29; test for trend, p = 0.74).
DISCUSSION
These prospective data do not support the hypothesis that a high intake of calcium or dairy foods reduces the risk of colon cancer. Although an inverse association was observed in the age-adjusted analysis, the association was not significant in the multivariate analysis. In the age-adjusted analysis, and to a lesser degree in the multivariate analysis, those in the lowest 
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* Adjusted for all the covariates in footnote t plus vitamin 0 intake from other sources (including supplements), t RR, relative risk adjusted for age and energy intake by multiple logistic regression. i RR, relative risk adjusted for age, total calories, family history for colon cancer, previous polyp, screening, past history of smoking, alcohol, aspirin, physical activity, body mass index, red meat, saturated fat, and dietary fiber by multiple logistic regression. § Numbers in parentheses, 95% confidence interval. II Test for trend determined by modeling of nutrient as a continuous variable. X RR, relative risk adjusted for age and energy Intake by multiple logistic regression. § RR, relative risk adjusted for age, total calories, family history for colon cancer, previous potyp, screening, past history of smoking, alcohol, aspirin, physical activity, body mass Index, red meat, saturated fat, and dietary fiber by multiple logistic regression.
II Numbers in parentheses, 95% confidence Interval.
• % Test for trend determined by using consumption frequency as a continuous variable.
quintile of calcium intake were at higher risk, and there was no further gradient across quintiles 2-5. While consistent with a threshold effect, the a priori hypothesis suggested either a linear dose-response or even an effect strongest at the highest doses. Also, most prior evidence supporting an association with calcium had not specifically found a threshold effect.
Although the results do not support a major influence of calcium, a more modest effect cannot be ruled out, particularly given the potential influence of measurement error. Possibly, our failure to demonstrate a protective association for calcium may be due to the "atypically" lower intake of saturated fat and higher intake of dietary fiber in this cohort compared with the general male population (39) . However, we found no difference in the association with calcium at different levels of saturated fat or dietary fiber intake. In fact, calcium intake had a slight positive association with colon cancer risk among men who were in the highest quintile of saturated fat intake (median, 30 g/day), which is comparable with the US average.
Previous epidemiologic studies examining the association between calcium intake or milk consumption and colorectal cancer have not been conclusive. Studies that estimate the dietary habits of individuals are better able to control for confounding dietary factors than are descriptive epidemiologic studies based on national or regional data. Case-control studies (23, 24, 53) examining this association have yielded conflicting results. A population-based case-control study in Utah suggested a significant inverse association between calcium and dairy products and the risk of colorectal cancer, with men in the highest category of intake having half the risk of those in the lowest intake category (23) . More recent case-control studies (28, 53) did not confirm this. In a population-based casecontrol study of middle-aged men and women in Washington State, a lower risk of colon cancer with higher intakes of calcium was found among women only (53) .
A number of prospective studies, less prone to reporting or selection biases, have also examined the association between intakes of calcium and/or dairy foods and the risk of colon cancer (21, 25, 40, 54, 55) . Two studies found no association (54, 55) , while the others reported inverse relations. Heilbrun et al. (54) found no association between colorectal cancer risk and calcium intake among 8,000 men of Japanese origin living in Hawaii. However, the authors themselves have called into question the validity of the 24-hour recall method as a measure of one's long-term dietary intake (54) . In a prospective study on colorec-tal cancer among 11,888 residents of a retirement community in California, in which 126 incident cases were confirmed after 4 years of follow-up and diet was assessed by means of a 56-item, self-administered food frequency questionnaire, a slight but nonsignificant association with calcium intake was observed (RR for men in the highest tertile group compared with the lowest = 0.86, 95 percent CI 0.40-1.70) (25) .
Using 28-day diet histories, Garland et al. (21) found a significant inverse, dose-response association between calcium intake and the risk of colorectal cancer among approximately 2,000 male employees of the Western Electric Company after 19 years of followup. The risk of colorectal cancer was three times greater in men who consumed the lowest level of calcium than in those with the highest consumption. Based on the results of this study and the Utah casecontrol study, Garland et al. (56) have proposed a linear dose-response relation between calcium intake ranging from 700-1,200 mg/day and colon cancer risk, estimating that a 75 percent reduction in incidence could be achieved with intakes of > 1,200 mg per day of calcium. According to the calculations of Newmark et al. (8) , individuals consuming high fat (150 g/day), high phosphate (1,500 mg/day) diets require calcium intakes of 1,500 mg/day or more to block the injurious effect of fatty acid and bile acid concentrations in the colon. In our study, 11 percent of the cohort had an intake of 1,500 mg/day or more of calcium. Thus, a substantial proportion of the participants in the highest quintile of calcium intake in this study ought to have been consuming an adequate amount of calcium to obtain the biologic effects. In a recent prospective study involving a cohort of older women in Iowa, Bostick et al. (40) found a significantly protective effect for calcium with an ageadjusted relative risk of 0.52 in those consuming the highest intakes of calcium versus those with the lowest consumption. However, after multivariate adjustment, the inverse association was attenuated and no longer statistically significant (RR = 0.68, 95 percent CI 0.41-1.11).
The hypothesized proliferative effect of fatty acids and bile acids is thought to be particularly strong for the proximal colon (57) . Thus, if these substances are bound by calcium with a resultant reduction in the risk of colon cancer, then this protective effect may be most relevant for the cecum and ascending colon. While Stemmerman et al. (58) in their cohort of Hawaiian Japanese men failed to find an association between calcium intake and the occurrence of colorectal cancer as a whole, they did observe an inverse association for sigmoid colon cancer. Results from our study found no differences in the associations with calcium between the distal and proximal colon. A positive association between high intakes of calcium and rectal cancer was suggested, but it is difficult to interpret these results because of the small number of cases.
An effect of calcium on cell proliferation may be particularly important at the early stages of tumor development. This early stage is best represented by the formation and growth of colorectal adenomas. Thus, examining the association between calcium, vitamin D, and dairy products and adenomatous polyps is of particular interest in studying the early stage effects of these nutrients on colorectal cancer. Our group has recently found that calcium and milk intakes were not associated with the risk of colorectal adenomas in either men or women (41) .
An inverse association between total or dietary vitamin D and colon cancer risk was observed, but after multivariate adjustment, the associations were no longer significant. The direction of the association, however, was always inverse. The strongest inverse association for vitamin D was that for vitamin D arising from vitamin supplements, primarily multivitamin supplements. Vitamin D from foods comes almost entirely from dairy sources and dark meat fish. In this cohort, neither food source was appreciably related to the risk of colon cancer, though both had nonsignificant inverse associations. The observed association with total vitamin D intake is difficult to interpret because of the intercorrelations with other vitamins and minerals in multivitamin supplements. The correlation between supplemental vitamin D and supplemental folate was 0.86. We need to be particularly cautious given the weak associations with food sources of vitamin D. In addition, we did not consider the contribution of vitamin D from sunlight exposure.
Evidence supporting or refuting a role for vitamin D and colorectal cancer risk is limited. In the Western Electric cohort, a dietary intake of nearly 150 IU/day of vitamin D was associated with a 50 percent reduction in the incidence of colorectal cancer (21) . In a number of other studies, an inverse association was found between vitamin D intakes and the incidence of colorectal cancer (40, 59 ) and adenomas (41) , though all of these associations were nonsignificant. Future studies need to consider the effect of all sources of vitamin D, including dietary, supplementary, and sunlight.
We did not find an association between milk and dairy products and the risk of colon cancer. Moreover, the intake of fermented dairy foods as a whole was not related to the risk of colon cancer. The median intake of fermented dairy foods for those in the fifth quintile was 110 g per day, which is approximately half of that reported in a Dutch case-control study of breast cancer (60) . Thus, it is possible that the limited range of intake of fermented dairy products in our population may have reduced die power to detect die hypothesized protective association.
Togedier widi similar findings in a recent prospective study among women (40) as well as a lack of association between calcium intake and adenomatous polyps in men and women (41) , diese findings suggest that higher calcium intakes within the range of normal diets are not likely to have a major impact on colon cancer rates. Furthermore, consumption of milk, cheese, or other dairy products does not appear to substantially either increase or decrease the risk of colon cancer. We cannot exclude the possibility, however, that modest associations widi these dietary factors might emerge widi continued follow-up. Our findings for vitamin D were suggestive of a possible inverse association. However, that diis association was driven largely by vitamin D from supplements tends to argue against a specific role of vitamin D. Such findings indicate the need to examine diis relation further.
